Pancreatic pseudocyst is a common complication of acute pancreatitis. Pseudocysts are commonly observed in the lesser sac and retroperitoneum; they are rarely seen in the liver. Herein, we report a case of intrahepatic pseudocyst, complicated by asymptomatic groove pancreatitis, that has successfully been treated with hepatic resection. A 70-year-old woman was referred to our hospital with severe upper abdominal pain. Abdominal computed tomography scan showed 11x10 cm sized cystic lesion in the left lateral section of the liver. Appearance of the pancreas was relatively normal. Endoscopic aspiration revealed a high level of amylase in the cystic fluid. After endoscopy, signs of peritonitis were observed; then, a left hemihepatectomy was performed. Pathologic examination revealed an intrahepatic pancreatic pseudocyst. The presence of intrahepatic cystic lesion in patients with suspected pancreatitis should raise the suspicion of intrahepatic pseudocyst. Intrahepatic pancreatic pseudocysts may be the only clinical manifestation even without an episode of acute pancreatitis. (Korean J Gastroenterol 2017;70:202-207) 
INTRODUCTION
Pancreatic pseudocyst is defined as a collection of pancreatic juice enclosed by a wall of non-epithelialized granulation tissue or fibrotic capsule. Pancreatic pseudocyst is a common complication of acute pancreatitis that can occur anywhere in the abdomen. Most commonly, they occur around the pancreas, lesser sac, and retroperitoneum. However, they have been reported to be found distant from the pancreas, such as in the mediastinum or scrotum.
1,2 Intrahepatic location of the pancreatic pseudocyst is a very rare event. To date, only about 50 cases of intrahepatic pancreatic pseudocysts (IHPPs) have been reported. 3 Herein, we report a case of IHPP in the left hepatic lobe that has successfully been treated with left hemihepatectomy. (B) Porto-mesenteric junction collapsed by the mass effect of cystic tumor (yellow arrows). The border between the pancreas and cystic mass was clearly demarcated (yellow arrow heads). Soft tissue stranded around the duodenum was seen, suggesting groove pancreatitis (white arrows). (C) Prominent periportal edema in the umbilical fissure was observed (white arrows).
CASE REPORT
ic tumor between the liver and pancreatic body; however, the appearance of the pancreas was normal (Fig. 1) . On the following day, she was referred to our hospital due to severely aggravated upper abdominal pain, despite medical treatment.
She had no past history of pancreatitis or alcohol consumption.
A physical examination showed mild epigastric tenderness without signs of peritoneal irritation. Laboratory studies re- 10.3×6.7×11.7 cm sized cystic mass in the left lateral section of the liver ( Fig. 2A) . Internal sepation or irregular papillary growth was not observed within the cystic lesion. The porto-mesenteric junction was collapsed by mass effect of the cystic lesion ( Fig 2B) . The cystic lesion was not communicated with the pancreas. The boundary between the pancreatic body and cystic mass was clearly delineated (Fig. 2B) .
Appearance of the pancreas on the CT scan was relatively normal; however, soft tissue straining was observed around the duodenum, which resulted in the suspicion of groove pancreatitis ( Fig 2B) . The Glisson pedicle in the umbilical fissure was swollen remarkably (Fig. 2C ). Endoscopic ultrasonography (EUS)-guided transgatric internal drainage was carried out due to the suspicion of infected hepatic cyst or a pancreatic
pseudocyst. An EUS demonstrated a huge hypoechoic lesion with internal echogenicity (Fig. 3A) ; however, no solid compo- Porta hepatis, Glisson pedicle in the umbilical portion, and falciform ligament were swollen remarkably and filled with necrotic fatty tissues (Fig. 4) . A left hemihepatectomy was performed. Grossly, an intrahepatic unilocular cyst containing a ragged inner surface and thick fibrous wall was observed ( Fig. 5A) . Pathological examination revealed a pseudocystic nature. The cystic lesion was devoid of an epithelial lining (Fig. 5B) . The lining of the pseudocyst was composed of granulation tissue, inflammatory cells, and fibrotic tissue (Fig. 5C ). The falciform ligament was composed of marked necrosis with fat necrosis and acute inflammatory cells (Fig. 5D ).
They seem to be common findings in acute pancreatitis.
Inclusively, the final diagnosis confirmed intrahepatic pancreatic pseudocyst. The patient was discharged without any complication on postoperative days 11. No complication was observed during the follow-up period. Twenty-eight months after the operation, the patient was disease-free (Fig. 6) .
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DISCUSSION
Only about 50 cases of IHPP following pancreatitis have been described in the literature. 3 In our case, the patient had no history or symptom of acute pancreatitis, and there was no obvious evidence of acute pancreatitis on an image study, except slightly elevated serum amylase and lipase levels. Cystic fluid analysis has limited sensitivity in differentiating the hepatic cystic lesion. Surgical resection is ultimately necessary to confirm the diagnosis. 9 Cystic fluid analysis revealed a high level of amylase content, suggesting IHPP.
EUS-guided transgastric internal drainage could be a definitive treatment modality. However, after endoscopic procedure, signs of peritonitis and clinical deterioration were observed. Therefore, we decided to perform the operation.
There are two mechanisms proposed to explain the pathophysiology of IHPP. 4, [10] [11] [12] [13] The first mechanism is consisted of pancreatic enzyme released following acute pancreatitis into the lesser sac spreading along the lesser omentum and gastrohepatic ligaments. This mechanism explains why IHPPs are frequently observed in the left lobe. The second mechanism is the spreading of pancreatic enzyme from the pancreatic head into the hepatoduodenal ligament and porta hepatis, along the portal vein and its branches. In our case, marked swelling and necrosis were observed in hepatoduodenal ligament, umbilical portion, and falciform ligament. However, there was no obvious finding of acute pancreatitis at the pancreatic body and tail or communication between the cystic mass and the pancreas. Therefore, the second mechanism is more suitable for explaining the pathophysiology in this case.
In conclusion, IHPPs should be considered when a huge in-trahepatic cystic lesion is found in patients with recent episodes of pancreatitis, even if the appearance of pancreas is normal on an imaging study. The high level of amylase on cystic fluid analysis plays a key role in the diagnosis of IHPPs. For IHPPs, drainage procedure or surgical resection can be applied as a definitive treatment modality.
